Although human and bovine γδ T cells were shown to express MHC class II antigen and function as APCs, attempts to determine if mouse γδ T cells have similar functions remained unsuccessful. We now show that γδ T cells derived from immunized mice also can be induced to express MHC class II and co-stimulatory molecules after activation in vitro, and are capable of antigen presentation. Using highly purified γδ T cells, we found that, unlike human γδ T cells, the expression of MHC class II molecules by mouse γδ T cells is limited to newly activated cells. Highest levels of MHC class II expression were seen on activated γδ T cells that had lost most surface-expressed γδ TCR while exhibiting increased levels of intracellular γδ TCR. In the absence of further stimulation, MHC class II expression gradually declined with the γδ T cells regaining their surface TCR. We also show that cytokine-activated γδ T cells can also express MHC class II antigen and exercise antigen-presenting activity.
Introduction
Mammalian hosts employ two interconnected systemsinnate and adaptive immunity -to protect themselves from infection while minimizing immunopathology (Medzhitov and Janeway, 1997b; Peng et al., 2005; Trinchieri, 1995) . The innate immune system senses infection through pattern-recognition receptors, which recognize conserved molecular features of pathogens that are unique to microbial life forms (Peng et al., 2005) . According to current concepts, an effective immune response requires coordinated interaction between innate and adaptive immunity (Peng et al., 2005; Trinchieri, 1995) . It is believed that the prompt innate immune response not only fills the gap of immunologic defense before full-effective adaptive responses become available, but also regulates the intensity and the pattern of adaptive response (Rajan et al., 2000; Tsuchiya et al., 2003; Kadowaki et al., 2000; Fernandez et al., 1999) .
Early studies have shown that γδ T cells are an important cellular element invading inflamed organs (Ponomarev and Dittel, 2005; Skelsey et al., 2001 ) during the early phase of viral infection (Carding et al., 1990; Mukasa et al., 1997) and the inflammation involved in autoimmune diseases of CNS (encephalomyelitis) (Selmaj et al., 1991; Shimonkevitz et al., 1993) and intestines (colitis) (Fukushima et al., 1991; Tsuchiya et al., 2003) . Studies have also shown that γδ T cells can either promote (Spahn et al., 1999; Shimonkevitz et al., 1993; Freedman et al., 1991; Hohlfeld et al., 1991) 
